spectrum of clinical phenotypes. Age at onset is usually in the second or third decade, with a small peak in the fourth decade. Narcolepsy has been associated with deficiency of the hypothalamic neuropeptide hypocretin, [2] causing the classic tetrad of excessive daytime sleepiness, and sleep paralysis. Secondary etiologies due to hypothalamus or pons lesions have been described.
spectrum of clinical phenotypes. Age at onset is usually in the second or third decade, with a small peak in the fourth decade. Narcolepsy has been associated with deficiency of the hypothalamic neuropeptide hypocretin, [2] causing the classic tetrad of excessive daytime sleepiness, and sleep paralysis. Secondary etiologies due to hypothalamus or pons lesions have been described. [3] Our case, related
A 59-year-old Caucasian man presented with a 2-year history of excessive daytime sleepiness associated with sudden and irresistible bouts of sleep occurring up to five times per day. Moreover, he reported occasional episodes of cataplexy that were triggered by strong emotional stimuli, especially anger and surprise. He had a depressed mood and was exhausted from his symptoms that caused him great difficulty in maintaining concentration while at work and had even led to a car crash. Figure 1 ]. Narcolepsy is a chronic lifelong sleep disorder, with a severe effect on the patients' quality of life. It is a sporadic disorder with genetic susceptibility. Moreover, the strong association with human leukocyte antigen (HLA) DQ beta 1 (DQB1)*06:02 strongly suggests an autoimmune basis for the disease. [1] It is often misdiagnosed, or the diagnosis may be delayed, in part, because of the wide to a midbrain ischemic lesion, extends the spectrum of structural lesions in narcolepsy.
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